tion, toxins, fluid and electrolyte depletion, drug toxicity and immune complexes may play a role. '2 The initial diagnosis of renal impairment relies on the history, observation of urine output, and plasma biochemistry. Hospitals vary in the range of biochemical tests offered. We present the following cases seen over a 4-month period, to illustrate some of the problems encountered in diagnosing renal impairment in acute, or acute-on-chronic hepatic failure.
A 33 year old man was transferred to St. James's University Hospital with paracetamol-induced acute liver failure. Investigations prior to transfer revealed markedly deranged liver function tests, normal plasma sodium and potassium levels and a mildly elevated plasma urea at 8.3mmol/l (normal range 2.2-7.7). Plasma creatinine was not measured.
On transfer, he was jaundiced and encephalopathic. Investigations confirmed a mildly raised plasma urea at 12.3mmol, but with a grossly raised plasma creatinine at 620pmol/l (normal range The early identification of renal impairment in patients with severe liver disease is clearly important. Impairment of hepatocyte function leads to a decreased rate of urea synthesis, and with renal impairment, the rise in plasma urea will be reduced. In contrast, plasma creatinine is largely independent of liver function, and is therefore a better marker for renal impairment in patients with liver disease.3
The above cases, seen over a short period, involved patients with acute, or acute-on-chronic, liver failure. One of the above cases was transferred from a hospital where estimations of plasma creatinine were not carried out acutely, and hence it was not realized that the patient was in established renal failure. In another case the discrepancy between the plasma urea and creatinine, and its implication, was not noted until transfer.
In patients with hepatic failure, an accurate assessment of fluid balance is mandatory, but is often neglected, or carried out inaccurately. (Figure 1) . Biopsy of the adjacent bone and skin revealed no evidence of malignancy.
We believe that over a 20 year period continuous selfmutilation, perhaps with superadded infection, led to the destructive lesion of the skull vault. At some stage the vegetable matter was implanted, presumably during an episode of self injury. The foreign matter later served as the nidus of infection.
In dermatitis artefacta a variety of cutaneous lesions occur. Lacerations, ulcers, blisters or burns are often present. The diagnosis is often suggested by the bizarre appearance and distribution of the lesions.' It is usually a disease of women2 and is vehemently denied, as in our patient.
This case serves to illustrate two main points. Bilateral pelvic masses in a longdistance cyclist Sir, A 37 year old man presented with a two week history of bilateral pitting oedema of the legs. He had previously given up longdistance running due to 'jogger's trots' and had taken up competitive cycling. Just prior to presentation he had competed in a 150 km cycling race.
Physical examination showed a very fit man with mild ankle oedema. Blood count, ESR, urinalysis, serum biochemistry and chest radiograph were normal. Computed tomographic (CT) scan of the abdomen was reported as showing bilateral massive pelvic lymphadenopathy ( Figure   1 ).
Because of the patient's clinical history and wellbeing and the symmetrical nature of the 'pelvic lymphadenopathy', a lymphangiogram was performed; this showed no evidence of lymphadenopathy. On review of the CT scans, 
